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[ Abstract]

the potential molecular mechanisms. Methods We retrieved the expression and clinical data of ANTXRI in several public data-

Objective To investigate the expression and significance of ANTXRI1 in gastric cancer (GC), and to explore

bases. and analyzed the expression of ANTXRI in GC and its relationship with clinicopathological features including prognosis.
We further downloaded the co-expression gene of ANTXRI1 and predicted the biological processes involved in ANTXR1 by GO
and KEGG analysis. Results Compared to normal tissues, ANTXRI1 was significantly upregulated in GC. The expression of
ANTXRI1 was significantly correlated with T stage. tumor stage. tissue differentiation and race of gastric cancer patients. The
prognosis of patients with high ANTXRI1 expression was poor. All the above analyses had statistical significance (P <C0.05).
The co-expression genes of ANTXRI1 were mainly involved in extracellular matrix composition, extracellular structure, embry-
onic organ development. Moreover, these genes were significantly enriched in several carcinogenic signaling pathways, cell adhe-

sion molecules and ECM-receptor interactions. Conclusion The high expression of ANTXRI is associated with poor prognosis of

GC patients, which plays a role in promoting the development of GC. It may be a reliable target for diagnosis and treatment

of GC.
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